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focused on  producing the  ideal FASN   blocker and  it is  hoped that   the  latest 4,5 A resolution X-ray  crystallographic map   of 
mammalian FASN will lay a basis  for efforts  at structure-based drug  design  with  this target, we  present  evidence to suggest  that 
FASN-catalyzed  endogenous FA biogenesis is a previously unrecognized respondent mechanism to drug-induced cell injuries. The 
fact that  breast cancer cells differing in FASN levels significantly differs  as well in the sensitivity of breast cancer cells to chemo-, 
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